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Inability to solve complex problems or errors in decision making is often attributed to poor
brain processing, and raises the issue of brain augmentation. Investigation of neuronal
activity in the cerebral cortex in the sleep-wake cycle offers insights into the mechanisms
underlying the reduction in mental abilities for complex problem solving. Some cortical
areas may transit into a sleep state while an organism is still awake. Such local sleep would
reduce behavioral ability in the tasks for which the sleeping areas are crucial. The studies
of this phenomenon have indicated that local sleep develops in high order cortical areas.
This is why complex problem solving is mostly affected by local sleep, and prevention of
local sleep might be a potential way of augmentation of brain function. For this approach to
brain augmentation not to entail negative consequences for the organism, it is necessary
to understand the functional role of sleep. Our studies have given an unexpected answer
to this question. It was shown that cortical areas that process signals from extero- and
proprioreceptors during wakefulness, switch to the processing of interoceptive information
during sleep. It became clear that during sleep all “computational power” of the brain is
directed to the restoration of the vital functions of internal organs. These results explain
the logic behind the initiation of total and local sleep. Indeed, a mismatch between the
current parameters of any visceral system and the genetically determined normal range
would provide the feeling of tiredness, or sleep pressure. If an environmental situation
allows falling asleep, the organism would transit to a normal total sleep in all cortical
areas. However, if it is impossible to go to sleep immediately, partial sleep may develop
in some cortical areas in the still behaviorally awake organism. This local sleep may
reduce both the “intellectual power” and the restorative function of sleep for visceral
organs.
Keywords: local sleep, cerebral cortex, slow wave sleep, sleep function, visceral control
SLEEP AND “HUMAN FACTOR”
The modern industrial style of life and necessity to live in non-
natural environments often leads to dramatic errors in human
behavior. Usually these errors are included in the general term
“human factor” and are attributed to reduced attention, inability
to predict consequences of an action in complex conditions and,
finally, to reduced brain ability. Thus, the intention to augment
the brain function can be considered a challenging goal for
Neuroscience.
It was noticed that industrial anthropogenic disasters, traffic
accidents, and medical errors often occur during the night, sug-
gesting a probable link between sleepiness and reduced quality
of brain functioning (Mitler et al., 1988; Dinges, 1995; Dinges
et al., 1997; Cajochen et al., 1999; Barger et al., 2006; Akerstedt
et al., 2011). Given the importance of this issue, many special
studies devoted to investigation of the possible link between sleep
disturbances and mental abilities were undertaken.
It was demonstrated that short-term total sleep deprivation
results in cognitive impairments, especially in learning, and
memory tasks (Maquet, 2001; Stickgold, 2005; Born et al., 2006;
Walker, 2008, 2009; Diekelmann and Born, 2010; McCoyand and
Strecker, 2011; Diekelmann et al., 2012, 2013).
In some studies, authors concluded that periods of slow wave
sleep (SWS) played a particular role in these processes (Fowler
et al., 1973; Plihal and Born, 1997; Diekelmann et al., 2011). Oth-
ers maintained a rapid eye movement (REM) sleep dependency
(Empson and Clarke, 1970), although in some studies REM sleep
deprivation had no effect on different aspects of memory function
(Hornung et al., 2007; Saxvig et al., 2008).
In addition to the function of memory consolidation, sleep has
been proposed to benefit the encoding of new information during
succeeding periods of wakefulness (McDermott et al., 2003; Yoo
et al., 2007; Mander et al., 2011).
PECULIARITIES OF SLEEP DEPRIVATION EFFECTS
The impact of sleep deprivation on memory formation did
not appear to be universal, but instead, differed on the basis
of many factors such as the types of tasks used for learning,
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and personal characteristics of subjects, including their emo-
tionality. It has been shown that sleep-dependent motor skill
memory improvement was dependent on the nature of the
skill to be learned (Cohen et al., 2005; Cohen and Robertson,
2007; Siengsukon and Boyd, 2008). In another study, perception,
attention and memory were impaired by sleep deprivation, but
visual search and logical reasoning tasks were not (Williamson
et al., 2001). A deficit in perceptual classification ability in an
information-integration task was observed for some, but not all,
sleep-deprived individuals (Maddox et al., 2009).
In their review of the sleep deprivation literature, Harrison and
Horne (2000) concluded that sleep deprivation has little effect
on simple rule-following tasks, but it obstructs decision making
in complex integration tasks requiring flexibility, innovation or
plan revision. However, other researchers observed performance
decrements in relatively simple tasks such as identification and
vigilance tasks (Chee et al., 2008; Ratcliff and Van Dongen, 2009).
Sleep deprived subjects exhibited decreased performance in the
taking advantage task (Glass et al., 2011).
Genzel et al. (2009) used different deprivation conditions
throughout the experiment and did not find that an intense
decrease in the total amount of REM sleep or SWS of their
volunteers led to the inhibition of learning. They even proposed
that sleep-dependent memory consolidation did not rely only on
intact amounts of SWS or REM sleep across a night, but required
different EEG microstructures, e.g., sleep spindles, δ-waves, and
PGO waves.
It was proposed that reduced visual short-term memory after
sleep deprivation may be connected, not with impairment of
memory consolidation mechanisms but, rather, with a decline in
visual attention and/or visual processing (Chuah and Chee, 2008).
An important factor was the length of time between training
and test or amount of skill practice, independent of whether there
was sleep or not (Shadmehr and Brashers-Krug, 1997; Robertson
et al., 2004; Keisler et al., 2007; Song et al., 2007; Criscimagna-
Hemminger and Shadmehr, 2008; Doyon et al., 2009; Debas
et al., 2010; Borich et al., 2011; Borich and Kimberley, 2011;
Voderholzer et al., 2011; Reis et al., 2013). In a nap study (Mander
et al., 2011) no differences were observed between the sleep and
no sleep groups in a specific alertness control task.
Results of sleep deprivation experiments were often rather
contradictory. According to Lo et al. (2012), influence of sleep
deprivation depends on the task domain, prior sleep debt, cir-
cadian phase at which performance is assessed, and genetically
determined subject characteristics. Degree of task difficulty and
the subject’s emotionality influence the outcome of experiments
concerning the connection between sleep and memory (Smith,
2001; Walker and Stickgold, 2006). Small differences in test design
can cause large discrepancies in the studies of sleep dependency
of memory processes. This may explain why some results are
regularly found only by the same groups of scientists (Genzel
et al., 2009).
Even in those experiments where positive effects of sleep on
memory consolidation were demonstrated, these effects were very
small. It seemed unlikely to us that the only function of sleep
was simply to provide such a modest improvement in memory.
On the other hand, the probable connection of sleepiness with
the rare but dramatic consequences of anthropogenic disasters, as
well as the fantastic pictures of dreams, support the general belief
that the first function of sleep is for efficient functioning of the
brain.
MODERN THEORIES OF SLEEP
Several modern theories concerning the function of sleep offer
hypothetical mechanisms, which could be used by the brain
for this purpose, e.g., the theory of neuronal groups (Krueger
and Obál, 1993; Krueger et al., 2008) or the theory of synaptic
homeostasis (Tononi and Cirelli, 2003, 2006). All theories, which
were based on the assumption that sleep first of all is important
for efficient brain function referred to numerous studies which
demonstrated, both in humans and animals, “local use dependent
processes”. It was shown that δ-power during the first hours of
sleep is higher in those cortical areas, which were more active
immediately before sleep (Kattler et al., 1994; Rector et al., 2005;
Huber et al., 2006). δ-power was considered therefore as an
indicator and measure of recuperative processes in the brain.
However, if to accept an idea that function of sleep is to
keep the efficient brain function it would be logical to expect
that the brain would be the organ most vulnerable to sleep
deprivation. However, the results of fundamental studies of A.
Rechtshaffen and his colleagues (Everson et al., 1989; Cirelli
et al., 1999; Rechtshaffen and Bergmann, 2002) do not confirm
this suggestion. Their experiments demonstrated that total sleep
deprivation led first of all to multiple visceral disorders (hair loss,
skin and gastro-intestinal ulcerations and so on) and, finally, to
unavoidable death of animals. A striking finding was that in rats
that died after several days of total sleep deprivation, the only
organ, which did not have any obvious degenerative changes, was
the brain (Cirelli et al., 1999). This observation is surprising,
since the negative effects of sleep deprivation on mental ability
are well known. However, investigation of neuronal activity in
the cerebral cortex in the sleep-wake cycle offers insights into
the other sleep dependent mechanisms which can explain the
reduction of mental abilities for complex problem solving, even
in the normally working brain.
PHENOMENON OF LOCAL (PARTIAL) SLEEP
It was generally assumed for a long time that sleep develops
synchronously in all areas of the mammalian cortex. The only
exception has been reported for dolphins, whose EEG show
periods of deep SWS in either the right or left hemisphere alone.
Such periods of unilateral sleep may last for more than 2 h.
Even in dolphins, however, EEG activity in different areas of one
hemisphere was always found to be synchronized, or desynchro-
nized simultaneously (Mukhametov et al., 1977; Mukhametov,
1984).
However, later it was shown that in terrestrial animals, in
particular conditions, sleep developed only in some cortical areas
during behavioral wakefulness. Thus, such partial sleep might
be especially dangerous, because neither the person himself nor
other individuals could notice its appearance and development.
At the same time, dangerous consequences of temporal disen-
gagement of some cortical areas from the control of behavior
potentially can be rather dramatic. That is why understanding
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the physiological mechanisms involved in initiation of sleep,
and particularly of local sleep, can be considered an important
element in attempts to augment brain functionality.
The phenomenon, which later was called “local sleep” was
described in a study of the cat’s frontal eye field (Pigarev, 1984).
Neurons in this frontal cortical area strongly responded to visual
stimulation only during periods of high behavioral alertness, and
often became visually unresponsive during subsequent periods
of quiet wakefulness. However, any sensory stimulation raising
alertness (visual, auditory or olfactory), restored visual responses
in this cortical area.
More detailed description of such unusual neuronal behavior
in the cerebral cortex, and the term “local or partial sleep”
appeared in the investigation of cortical visual area V4 in exper-
iments with behaviorally awake monkeys (Pigarev et al., 1996,
1997; Pigarev, 1997). It was demonstrated in long-running exper-
iments, that when a monkey had to perform a monotonic visual
discrimination task, neurons became less responsive to the same
visual stimuli and finally stopped responding at all, while the
monkey continued to work in the task. If the task was inter-
rupted, the monkey fell asleep for 10–20 min. After the nap,
neuronal responses to visual stimuli often recovered. Neuronal
background firing during such periods of temporal inactivity
resembled that which these neurons demonstrated during periods
of natural sleep of the animal. The monkey’s performance in
the visual task during periods of local sleep in the area V4
was rather high, although it was slightly reduced in compari-
son with that at the beginning of the experiment. Thus, one
could conclude that at least visual area V1 still was working.
In the same study it was noticed that, even within the area
V4, local sleep developed not simultaneously but started from
the periphery of the visual field. The last neurons, which were
recruited in sleep, were neurons in the region of the foveal
representation.
It was obvious that spread of sleep started from the “higher
order” sensory areas most likely crucial for the most compli-
cated behavioral situations. Taking all those considerations into
account, one could expect to observe local sleep more often in
organisms with better expressed multiple sensory representations,
and most of all in primates. Indeed, the fronto-occipital trend
in δ-power most pronounced during beginning of sleep was
discovered in human subjects by the group of A. Borbély (Werth
et al., 1996, 1997). Extensive studies of sleep spread dynamics are
presented and discussed in the review of Ferrara and De Gennaro
(2011).
We would like to remind here that since 1993 (Krueger
and Obál, 1993; Kattler et al., 1994) the mentioned above idea
concerning local use dependent sleep was widely discussed in
sleep literature. Although experiments demonstrated local use
dependent sleep, and observations of local sleep in behaviorally
awake animals were mutually supportive, they were not absolutely
identical. In the first case it was shown that in sleeping brain the
depth of sleep can locally vary from region to region dependent on
the previous history of activation. In the second case sleep in some
cortical areas appeared during behavioral wakefulness. Namely
this second case we will have in mind using the term “local sleep”
in future.
Unexpected results obtained by Drummond et al. (2001, 2004)
most likely were also connected with dynamics of local sleep
spread over the human cerebral cortex. Investigating the effects
of 35 h total sleep deprivation on memory impairments in ver-
bal learning tasks using fMRI, these researchers demonstrated
increased activity in frontal and parietal cortical regions, absent
in the control non-deprived group. This can reflect partial sleep
development in these high order associative cortical areas caused
by sleep deprivation.
It seemed less likely that local sleep would be found in animals
with more simple cortical organization and a limited number
of sensory areas. However, recently, local sleep was described in
behaviorally active rats, and again in the frontal cortical area
(Vyazovskiy et al., 2011).
LOCAL SLEEP AND COGNITIVE IMPAIRMENTS AFTER SLEEP
DEPRIVATION
Taking into account the phenomenon of local sleep, the cognitive
impairments after sleep deprivation can be explained not by
the general deterioration of brain efficiency, but by switching of
several cortical areas from those functions, which they have to
perform in wakefulness.
At first sight, the hypothesis that local sleep is responsible
for a reduction of brain functionality looks similar to the pro-
posal that after a long period of wakefulness, the brain needs
recuperation during sleep. The difference is only in the temporal
sequence of events. After prolonged wakefulness, all regions of
the brain may fall asleep for recovery simultaneously, or certain
areas may do so at first, while others remain awake for some
time.
However, it is possible to consider another, fundamentally
different, scenario. What if the brain, as all other visceral organs
of an organism, does not need any special recuperative rest con-
nected with total interruption of functionality? What if the brain,
like a computer, can work efficiently for long periods of time,
and observed “sensory isolation” of the brain during sleep just
reflects switching over for processing of another flow of incoming
information?
We should not forget that sleep-deprived animals die not
because they become blind, deaf, have forgotten the ways to a
food tray or because of serious problems with decision making.
They die mainly because of multiple visceral disorders in vir-
tually all life supporting systems, including the immune system
(Rechtshaffen and Bergmann, 2002). At the same time, the brain
appears to be the most resistant organ.
Our observations of the neuronal activity in the sleep-wake
cycle also did not convince us that during long periods of wake-
fulness there were crucial pathological changes of the neuronal
state, which forced a brain to switch into a sleeping “restorative”
mode. Nevertheless, one can argue that it is generally recognized
that the pattern of SWS EEG is very specific for this state,
and differs from the pattern of EEG in wakefulness. However,
interpretation of this observation also is equivocal. The EEG
pattern of active SWS was usually compared with the EEG pat-
tern in a state of very passive wakefulness, when human sub-
jects or animals were immobile and without intensive sensory
stimulation.
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WHETHER CORTICAL EEG REFLECTS PECULIARITY OF BRAIN
ACTIVITY IN WAKEFULNESS AND SLEEP, OR JUST PATTERN
OF THE CORTICAL AFFERENT FLOW?
We proposed that difference of cortical afferentation in wakeful-
ness and sleep might define the observed difference of neuronal
activity in SWS and wakefulness. To check this proposal, general
EEG and eye movements were recorded in behaviorally awake cats
during SWS and active wakefulness between electrodes located
over temporal and frontal cortical areas. In addition, we recorded
neuronal activity and local field potentials (local EEG) from
visual (Figure 1) and somatosensory (Figure 2) cortical areas
using bipolar tungsten microelectrodes with distances of about
300 µm between the tips of the electrodes. During SWS the
animal eyes were always deviated upward, and this allowed us
to easily distinguish periods of sleep from active wakefulness in
the obtained recordings. For every group of recorded neurons
we applied the optimal parameters of stimulation (either visual
or somatosensory), and delivered these stimuli in a rhythmic
manner. We called this procedure “sleep EEG imitation in wake-
fulness”. Using this procedure (right column), in actively awake
cats, we got burst neuronal firing (not shown) and EEG slow
waves, which were indistinguishable from, or even higher than,
those which we had observed during the periods of natural SWS
(left column). These sleep-like waves were especially well visible
in the channel of the local field potentials (Figures 1C and 2C,
right columns) because the local EEG reflected activity of the
neurons for which we used the optimal stimulation. The general
EEG reflected averaged activity collected from the large cortical
territory, including those neurons for which applied stimuli were
not optimal. Nevertheless, some sleep-like waves were seen even
in the general EEG (Figures 1B and 2B, right columns). In row
D in Figures 1 and 2 we present power spectrums calculated
for the 10 s fragments of the local EEG shown in row C of
the corresponding column. It is seen that spectral compositions
of the local EEG for SWS (left column) and imitation of sleep
EEG in wakefulness (right column) were rather similar, and both
differed from the usual spectrum of quiet wakefulness (central
column).
The presented observations supported an idea that patterns
of the cortical afferentation, rather than the state of vigilance,
FIGURE 1 | Rhythmic stimulation by the optimal visual stimulus during
wakefulness evokes sleep like slow wave activity in the cat visual cortex.
The rows: (A) vertical component of eye movements which helps to
distinguish sleep (upward deviation) from wakefulness (downward deviation);
(B) general EEG recorded between electrodes over temporal and frontal
cortical areas of the cat; (C) local field potentials (local EEG) recorded
between two tungsten microelectrodes located 300 µm one from another
within the cortical visual area V1; (D) power spectrum of the local EEG
presented above in panel C. All parameters were collected during SWS (left
column), during passive wakefulness (middle column), and during the
procedure of “sleep EEG imitation” by visual stimulation in wakefulness,
which produced strong excitation of the cortical neurons recorded by the
microelectrodes (right column). Technical details of the study in Pigarev et al.
(2013).
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FIGURE 2 | Periodic optimal somatic stimulation during wakefulness
evokes sleep like slow wave activity in the cat somatosensory cortex.
The rows: (A) vertical component of eye movements which helps to
distinguish sleep (upward deviation) from wakefulness (downward
deviation); (B) general EEG recorded between electrodes over temporal
and frontal cortical areas of the cat; (C) local field potentials (local EEG)
recorded between two tungsten microelectrodes located 300 mm one
from another within the cortical somatosensory area 5; (D) power
spectrum of the local EEG presented above in panel C. All parameters
were collected during SWS (left column), during passive wakefulness
(middle column) and during the procedure of “sleep EEG imitation” in
wakefulness by rhythmic stimulation of the contralateral forepaw, which
produced strong excitation of the cortical neurons recorded by the
microelectrodes. Technical details of the study in Pigarev et al. (2013).
determine the pattern of cortical activity. All above-mentioned
considerations inclined us to conclude that switching to analysis
of another flow of incoming information would be able to bet-
ter explain the phenomenology of transition from wakefulness
to sleep. The temporal organization of these incoming signals,
specific for the state of sleep, will define the pattern of cortical
activity during sleep.
WHICH SIGNALS COULD PROVIDE PERIODIC AND
SYNCHRONOUS AFFERENTATION DURING SLEEP?
Animal physiology offered the answer on this question; that it
can be periodic activity of various visceral systems, e.g., gastro-
intestinal peristalsis, heart and respiratory activities. We proposed
that during sleep the same brain neurons that in wakefulness
process exteroceptive information of various modalities switch
over to the analysis of interoceptive information coming from
visceral systems. Rhythmic activities of different visceral systems
define this periodic afferent flow towards the cortical areas, which
is reflected in cortical SWS activity. Thus, the central nervous
system during sleep might be involved in the process of visceral
regulation (Pigarev, 2014).
According to this proposal, periods of local sleep are not the
periods when “tired” brain areas stop processing of exteroceptive
information in favor of self-recuperation. During periods of
local sleep, normally working brain areas respond to warning
messages from the internal organs and switch to the processing
of the alarming visceral afferentation. Within the frame of this
hypothesis, we should “think differently” about the nature of sleep
and local sleep.
This suggestion may be too fantastic for the brain paradigm
generally accepted at present. This paradigm was established
mainly on the basis of data collected for the state of wakefulness.
On the other hand, our “fantastic” proposal opened the way for
its experimental validation in simple experiments, which could
not be conducted without this theoretical background. Below,
we offer a short review of the experiments performed to inves-
tigate such nontrivial predictions of the visceral hypothesis of
sleep.
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FIGURE 3 | Responses of neurons in the cat cortical visual area V1 (A)
and somatosensory area 5 (B) to intraperitoneal electrical stimulation
delivered in sleep and in wakefulness. Responses presented as rasters
where every line corresponds to single stimulation trial. Dots represent
single spikes. Below are averaged histograms. Vertical red line–moment of
intraperitoneal stimulation. n—number of averaged trials. Technical details
of the study in Pigarev (1994).
EXPERIMENTAL VALIDATION OF THE VISCERAL HYPOTHESIS
OF SLEEP
First of all, to check this hypothesis responses of different cortical
regions to extero- and interoceptive stimulation during sleep
and wakefulness were compared. These experiments were started
from the visual cortical areas. Visual areas were selected for
these experiments because they were well studied, and it was
generally recognized that in behaviorally awake animals neurons
of these areas were responding exclusively to visual stimulation. In
addition, one of us (Ivan N. Pigarev) had considerable experience
in investigation of various visual areas in behaviorally awake
animals. Later, similar experiments were conducted with neurons
not only in occipital, but also in frontal and parietal cortical areas.
In Figure 3 (adopted from Pigarev, 1994; Pigarev and Pigareva,
2012) we show responses of complex neurons in visual cortical
area V1 (panel A) and somatosensory area 5 (panel B) of cats
to electrical intraperitoneal stimulation delivered in SWS and in
wakefulness. These neurons in the state of wakefulness responded
to visual and somatosensory stimuli respectively. During SWS
both neurons responded to electrical stimulation of the area of
the small intestine, and these apparent responses immediately
disappeared in REM sleep and after awakening.
Similar experiments were conducted with monkeys, where
evoked responses to intraperitoneal electrical stimulation were
recorded above the cortical visual area V1 (Pigarev et al., 2006).
FIGURE 4 | Population response of 61 neurons (615 trials) in monkey’s
cortical visual area V4 to magnetic stimulation of stomach during
SWS. Vertical red line–moment of stimulation. Horizontal green line indicate
mean background firing rate before stimulation taken as 100%. Technical
details of the study in Pigarev et al. (2008).
Evoked responses were again obtained only during SWS, and
disappeared during REM sleep and in the state of wakefulness.
In experiments with one monkey we used magnetic stimula-
tion, with the coil located close to the surface of the monkey’s
stomach. In response to magnetic pulses, which did not wake the
animal, we obtained cortical evoked responses, recorded by the
electrodes above the occipital pole of the skull. These responses
were observed again only during SWS (Pigarev et al., 2008).
Simultaneous recording of the neuronal activity in the visual area
V4 revealed a strong short latency inhibition in response to these
magnetic pulses, which was obviously visible even in the popula-
tion response of 61 neurons (Figure 4). After this short latency
inhibition, the delayed (5–15 s) activation of the background
firing took place. This result deserves attention because receptive
fields in area V4 had small excitatory areas and huge inhibitory
surrounds. The applied magnetic pulses could activate those
parts of visceral organs, which projected to this huge inhibitory
periphery of the studied receptive fields. On the other hand, after
some delay, peristaltic waves provoked by the stimulation could
reach regions, which projected to the central excitatory part of
the receptive fields, causing the observed delayed activation. All
these responses to magnetic stimulation again disappeared in
wakefulness.
In experiments with rabbits (Pigarev et al., 2004), we also
recorded evoked responses to electrical intraperitoneal stimula-
tion in visual and somatosensory cortical areas, which appeared
again exclusively during SWS.
It has been argued that electrical and magnetic stimuli are
not natural, and that observed effects could have a non-specific
origin. Although the main information concerning organization
of the nervous system was obtained using electrical stimulation, it
would be much more important to demonstrate a functional link
between visceral organs and cortical areas during sleep in natural
conditions, without any artificial stimulation.
Such experiments were conducted with the help of our col-
leagues from the Pavlov Institute of Physiology (St. Petersburg),
prof. V. A. Bagaev and I. I. Busigina. Recording electrodes were
implanted in the walls of the small intestine and stomach of cats,
together with stomach fistula. With this approach, in addition to
cortical neuronal activity, EEG, and ocular movements we could
record myoelectrical activity of small intestine and stomach, and
to change intragastric contents.
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In Figure 5 we present a spectrogram of cat cortical EEG
(A) recorded simultaneously with myoelectrical activity of the
stomach (B) during an episode of SWS. In the spectrogram, yel-
low colors indicate higher power, and periodic vertical blue frag-
ments indicate moments of short desynchronizations connected
with lack of low frequency components. These desynchronized
intervals are well known to anybody who has recorded EEG
during SWS. It was previously demonstrated (Oniani et al., 1974)
that, behaviorally, sleep was not interrupted during these periods,
and thresholds for awakening during such short desynchroniza-
tions still were very high. What was new in the presented figure
was a surprising coincidence of these EEG desynchronizations
with the appearance of periodic migrating myoelectrical com-
plexes in the stomach (short vertical inclinations in B). There was
no need for any special analysis in order to notice such coinci-
dence. Simultaneous appearance of the migrating myoelectrical
complexes in stomach activity and short desynchronizations in
the cortical EEG usually happened during intervals of 10–20 min
of SWS. The observed coincidence of these effects can disappear
for a while and appear again later. This was a very robust effect,
observed in most of our sleep recordings, which included the
periods of corresponding stomach activity.
More impressive were results of those experiments where
we have studied interaction of the neuronal activity in various
cortical visual areas and myoelectrical activity from the wall of the
duodenum (Pigarev et al., 2013). It was demonstrated that about
one third of more than 200 of the studied cortical neurons during
SWS established a causal relationship with the activity of the
duodenum during SWS. Even more, these neurons demonstrated
selectivity to particular types of duodenal rhythmicity. Some
neurons preferred simple duodenal waves, and others responded
only to waves with spike potentials. Such a relationship was never
observed in wakefulness.
Finally it was found that changes of the intragastric medium
(water infusion via fistula into the stomach) performed in the
period of SWS lead to changes in the EEG pattern and temporal
reorganization of the background neuronal spiking, revealed by
Fano factor analysis (Pigarev et al., 2010).
We do not imply that only the structures of the digestive
system are represented in the cerebral cortex during sleep. In other
experiments we recorded evoked responses to heartbeats during
sleep (Pigarev and Feodorov, 2012). An example of neuronal
firing and local field potentials in the visual area V1, which
synchronized with respiration during SWS, is shown in Figure 6.
Dr. M. Lebedev, during experiments with monkeys under anes-
thesia, also observed unexpected neuronal activity synchronized
with respiration in somatosensory cortical areas within the repre-
sentation of the hind paw (personal communication).
THE VISCERAL SLEEP THEORY AND OBSERVATIONS OF
“SLOWWAVE” ACTIVITY IN THE CORTICAL SLABS AND
SLICES
According to the visceral sleep theory, patterns of periodic acti-
vation coming from the visceral organs determine the oscillat-
ing picture of cortical activity during SWS. The desynchronized
pattern of cortical EEG during REM sleep can be connected with
afferentation coming to the cerebral cortex from visceral systems
lacking obvious rhythmic activity, e.g., liver, kidneys, reproductive
organs and, finally, the brain itself. The brain’s status within
this theory is obviously dual. On the one hand, the brain is the
central processor which controls behavior in the environment
during wakefulness and defines recovery of all visceral organs
during sleep. However, on the other hand, the brain itself is an
enormously complicated visceral organ, which certainly should
be in need of service. How and when such brain self-service is
realized is a challenging question. It may happen, for example,
during particular phases of REM or SWS, or it may be organized
as a permanent service, e.g., by glial cells. The recently discovered
“glymphatic” mechanism may reflect elements of such brain self-
servicing (Nedergaard, 2013; Xie et al., 2013). Various other
options can be offered, but that is a topic for future studies.
Our approach to sleep function supposes that cortical activity
during sleep is defined by the afferent flow coming to the cerebral
cortex from various visceral organs. On the other hand, there is
substantial evidence that sleep-like activity can be generated in
cortical slabs (Timofeev et al., 2000) and isolated cortical slices
(Sanchez-Vives and McCormick, 2000) without any interoceptive
inputs. However, we do not think that these observations are
inconsistent with our theoretical proposal. Of relevance is the
FIGURE 5 | Episode of SWS. (A) Spectrogram of the cat cortical EEG. Yellow color indicates higher power. (B) Myoelectrical activity of stomach. Technical
details of the study in Pigarev et al. (2013).
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FIGURE 6 | Neuronal activity in the cat primary visual cortex synchronized with respiration during SWS. (A) Multiunit activity; (B) local field potentials
(local EEG); (C) nasal air flow in relative units. Technical details of the study in Pigarev et al. (2013).
important discovery of Steriade et al. (2001), who performed the
first intracellular recordings of neuronal cortical activity in nat-
urally sleeping cats. They found that waves of hyperpolarization
reflected as periodic silent pauses in neuronal firing during SWS
were connected not with active inhibition, but with disfacilitation
caused by the lack of excitatory inputs to these cortical neurons.
At the time of their study it was generally recognized that, during
sleep, the cerebral cortex was disconnected from any afferent
inputs, and they had to conclude that, “during SWS, neocortical
neurons may be engaged in information processing of internally
generated signals...”, which provided such excitatory inputs. As
a source of such “internally generated signals” they considered
intracortical excitation (Steriade et al., 2001).
The studies performed on the isolated cortical slices demon-
strated that, in certain conditions, it was possible to evoke
periodic neuronal discharges, which had some features of
similarity with real SWS oscillations. Later it was shown in
experiments on thalamo-cortical slices that activation of the
thalamo-cortical neurons dominates in triggering such cortical
oscillations (Contreras and Steriade, 1995; Rigas and Castro-
Alamancos, 2007). In a review (Crunelli and Hughes, 2010) it was
recognized that most likely several mechanisms might elicit the
cortical slow waves. We propose that “internally generated sig-
nals”, which define cortical waves during SWS, are actually coming
from various visceral systems using the same thalamo-cortical
pathways, which activate cortical neurons during wakefulness.
THE PATHWAYS FOR THE VISCERAL AFFERENTATION TO THE
CEREBRAL CORTEX DURING SLEEP
One may inquire about the ways by which the information from
various visceral systems may reach “the same thalamo-cortical
pathways”. For the somatosensory system it is well investigated.
It is known since early anatomical studies in the 19th century
(Head, 1896), that visceral and somatosensory afferents terminate
at the same neurons in the spinal cord, and thus visceral informa-
tion may travel to the cerebral cortex through the fibers of the
somatosensory columns. The fact of such combined projections
was confirmed in many studies (e.g., Kuo et al., 1981; Cervero,
1983; Cervero et al., 1984; Akeyson and Schramm, 1994; Perry and
Lawson, 1998) and this overlap is regarded as the most probable
mechanism of the referred pains (Head, 1896; Arendt-Nielsen and
Svensson, 2001; Peles et al., 2004; Hobson et al., 2010).
However, this overlap created a yet unresolved problem–how
the central nervous system manages to distinguish spikes coming
by a single fiber from so different sources. Our hypothesis offers a
solution to this problem. The transmission of the somatosensory
information happens during wakefulness, while visceral informa-
tion is transmitted to the central nervous system during sleep,
when muscles are relaxed and movements are excluded.
To our knowledge, pathways of the visceral information to
the visual cortical areas have never been investigated. Here we
offer only some considerations. It is well known that, in the
main thalamic visual relay (lateral geniculate nucleus), retinal
synaptic terminals form only one third of all synaptic terminals.
Another third of terminals belong to backward cortico-thalamic
projections. The remaining one third of terminals is of non-visual
origin, and come from the pontine and the brain stem regions
(Hughes and Mullikin, 1984). Activation from pontine nuclei
reaches the lateral geniculate nucleus during sleep, especially
during REM sleep, and reflects in the visual cortical areas as well
known ponto-geniculo-occipital waves (Brooks and Bizzi, 1963).
The origin of this pontine activity has not yet been investigated.
On the other hand, pontine and brain stem projections to the
lateral geniculate nucleus come from the regions of entering
and passage of various visceral nerves. Therefore, their link with
visceral information is very probable.
K-COMPLEXES AND VISCERAL AFFERENTATION, USE
DEPENDENCY AND SLEEP HOMEOSTASIS
In discussions of cortical visceral activation during sleep, one
often argues that these visceral responses can be of nonspecific
origin, resembling sensory-triggered K-complexes. This topic was
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investigated in detail in our special study (Pigarev et al., 2011).
It was shown that visually induced K-complexes had absolutely
specific origin. Even more, K-complexes could be induced by
sensory stimuli only during short intervals of developing sleep.
In contrast, cortical visceral responses could be recorded during
periods of deep SWS, when K-complexes could not be induced
by any sensory stimulation. In addition, we presented arguments
indicating that visually induced K-complexes were also of visceral
origin.
The attempts to link various visceral events with the ele-
ments of EEG recorded during sleep, e.g., K-complexes, has been
undertaken in many studies (Pampiglione and Ackner, 1958;
Johnson and Karpan, 1968; Halász et al., 1985; Heald et al., 1989;
Hornyak et al., 1991; Okada et al., 1991; Niiyama et al., 1996;
Monstad and Guilleminault, 1999; Tank et al., 2003). The same
idea was expressed in a study of Cash et al. (2009), where it was
suggested that spontaneous K-complexes appearing in the EEG
during transition from wakefulness to sleep could be induced by
a “sensory stimulus occult to the investigator (e.g., gastric)”.
In the middle of the previous century, cortical responses to
the stimulation of various visceral nerves were described and
intensively investigated in several laboratories (e.g., Bailey and
Bremer, 1938; Amassian, 1951; Patton and Amassian, 1952; Gard-
ner et al., 1955; Chernigovskiy, 1960). These studies were per-
formed in acute experiments under anesthesia. However, in later
experiments without anesthesia, these results could not be repro-
duced. In wakefulness, neurons in these areas responded only
to visual or somatosensory stimulation. Thus, cortical responses
to visceral stimulation were regarded as probable artifacts of
anesthesia.
In our studies we have demonstrated that without any anesthe-
sia, in natural conditions, cortical areas do establish connections
with visceral organs, but this link is functionally active only
during sleep. Involvement of the highest levels of the central
nervous system, up to the cerebral cortex in mammals, in the
processing of visceral information during periods of sleep may be
the main, if not the exclusive, function of sleep.
Here we should come back to the above-mentioned effect
of “use dependency”, which is widely explored now as an
experimental argument in favor of the concepts that sleep is
necessary for brain recovery (Kattler et al., 1994; Rector et al.,
2005; Huber et al., 2006). This effect can also be explained
by the visceral sleep theory. High activation of some cortical
areas by intensive exteroceptive stimulation during wakefulness
will lower the neuronal thresholds of the neurons in these
areas (e.g., due to the LTP mechanism). As a result, during
sleep, these neurons will respond more strongly to visceral
stimulation, coming to the same neurons through the same
synaptic connections. Consequently the δ-power of the EEG will
grow.
Discussing the visceral sleep theory we would like to draw
attention to the distinguished theory of A. Borbély—the two-
process model of sleep regulation (Borbély, 1982; Borbély and
Achermann, 1999). This model proposes that sleep is regulated by
the interaction of two processes—homeostatic and circadian. The
homeostatic process allows for a constant amount of sleep during
24 h. Visceral sleep theory offers the physiological framework of
this homeostatic mechanism. Homeostasis of all visceral systems
is supported during sleep due to the involvement of all the cerebral
cortex in the processing of information from internal organs.
These informational processes define the total length of sleep.
MECHANISM OF SLEEP INITIATION AND FEATURES OF
LOCAL SLEEP
The visceral sleep theory explains the logic behind the initiation
of sleep. Indeed, a mismatch between the current parameters
of any visceral system and the genetically determined range for
these parameters would provide the feeling of tiredness, or sleep
pressure. If an environmental situation allows sleep, an organism
would transit to normal total sleep in all cortical areas. Actually
the chain of events for sleep initiation is more complicated.
Evaluation of the visceral problems may need engagement of the
mechanisms of emotions and such structures as hippocampus,
amygdala and prefrontal cortex. All those questions were dis-
cussed in our recent article (Pigarev and Pigareva, 2013), and we
will not continue this topic here. Now we would like to go back to
the phenomenon of local sleep and to discuss it within the frame
of the presented visceral sleep theory.
In the cases when, because of visceral problems, the need
for sleep is dramatically increased, but environmental conditions
do not allow sleep to occur, sleep may progress only in some
cortical areas in still behaviorally active organisms. According to
the information cited above, the development of sleep starts from
the most recent, “high order” cortical areas. The proportion of
such areas is highest in the frontal pole of the brain. This might
underlie the reported fronto-occipital trend in the development
of sleep.
It is logical to propose that those behavioral tasks, which do
not need engagement of the highest cortical resources would be
normally realized even in conditions when part of the brain is
sleeping. However, in the situation when all cortical computa-
tional ability is required for decision making in a complicated
problem, local sleep may lead to severe and often dramatic behav-
ioral errors.
Conditions of local sleep development indicate that local sleep
is very probable when it is necessary to remain awake during
periods of high (natural) sleep pressure. For humans this might
happen during work at the time of the maximal sleepiness. For
rats, local sleep can accompany experiments during the light
phase of the day, if the rats are caged in animal houses with non-
inverted conditions of illumination.
People with habitual or forced short length of night sleep are
at permanent risk of partial sleep development. For some pro-
fessions partial sleep provoked by such chronic sleep deprivation
may not cause any troubles. However, for professions connected
with responsible and complex decision making, especially during
night shifts, the dangerous consequences of local sleep are very
high. For these professions, any visceral disorders, especially in
the gastro-intestinal system, may dramatically increase the risk of
wrong decisions.
Besides the negative effects of partial sleep for mental ability
due to the disengagement of some cortical areas from the intel-
lectual work, one should also not neglect the possible negative
consequences of this phenomenon for the visceral health of an
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organism. As participation of all cortical areas in information
processing is essential for the efficient solution of complex prob-
lems in wakefulness, for efficient management of visceral systems,
all cortical areas should be involved into the processing of vis-
ceral information. Appearance of local sleep during wakefulness
means that the length of total sleep during the nighttime was
not sufficient, and may indicate hidden problems in some visceral
systems.
CONCLUSION
The detailed investigation of brain involvement in the regulation
of the various visceral systems during sleep is a goal for further
studies. At present, following the visceral theory of sleep, we
can state that efficient and sufficient sleep, together with visceral
health, might be the cheapest, safest and most pleasant way to
augment brain function.
AUTHOR CONTRIBUTIONS
Both co-authors have equal contribution to all steps of prepara-
tion of this article and both approved the version to be published.
ACKNOWLEDGMENTS
We are very thankful to Dr. Denys Garden for critical reading
of the manuscript and many helpful comments. The study was
supported by Russian Foundation for Basic Researches grants 13-
04-00941 and 13-04-00741.
REFERENCES
Akerstedt, T., Philip, P., Capelli, A., and Kecklun, G. (2011). Sleep loss and
accidents–work hours, life style and sleep pathology. Prog. Brain Res. 190, 169–
188. doi: 10.1016/b978-0-444-53817-8.00011-6
Akeyson, E. W., and Schramm, L. P. (1994). Splanchnic and somatic afferent
convergence on cervical spinal neurons of the rat. Am. J. Physiol. 266(Suppl. 1),
R268–R276.
Amassian, V. E. (1951). Cortical representation of visceral afferents. J. Neurophysiol.
14, 435–446.
Arendt-Nielsen, L., and Svensson, P. (2001). Referred muscle pain: basic and clinical
findings. Clin. J. Pain 17, 11–19. doi: 10.1097/00002508-200103000-00003
Bailey, P., and Bremer, F. (1938). A sensory cortical representation of the vagus
nerve. With a note on the effects of low blood pressure on the cortical electro-
gramm. J. Neurophysiol. 1, 405–414.
Barger, L. K., Ayas, N. T., Cade, B. E., Cronin, J. W., Rosner, B., Speizer, F. E., et al.
(2006). Impact of extended-duration shifts on medical errors, adverse events
and attentional failures. PLoS Med. 3:e487. doi: 10.1371/journal.pmed.0030487
Borbély, A. A., and Achermann, P. (1999). Sleep homeostasis and models of sleep
regulation. J. Biol. Rhythms 14, 557–568.
Borbély, A. A. (1982). A two process model of sleep regulation. Hum. Neurobiol. 1,
195–204. doi: 10.1007/978-3-540-29678-2_6166
Borich, M., Furlong, M., Holsman, D., and Kimberley, T. J. (2011). Goal-directed
visuomotor skill learning: off-line enhancement and the importance of the
primary motor cortex. Restor. Neurol. Neurosci. 29, 105–113. doi: 10.3233/RNN-
2011-0584
Borich, M. R., and Kimberley, T. J. (2011). Both sleep and wakefulness support
consolidation of continuous, goal-directed, visuomotor skill. Exp. Brain Res.
214, 619–630. doi: 10.1007/s00221-011-2863-0
Born, J., Rasch, B., and Gais, S. (2006). Sleep to remember. Neuroscientist 12, 410–
424. doi: 10.1177/1073858406292647
Brooks, D. C., and Bizzi, E. (1963). Brain stem electrical activity during deep sleep.
Arch. Ital. Biol. 101, 648–665.
Cajochen, C., Foy, R., and Dijk, D. J. (1999). Frontal predominance of a relative
increase in sleep delta and theta EEG activity after sleep loss in humans. Sleep
Res. Online 2, 65–69.
Cash, S. S., Halgren, E., Dehghani, N., Rossetti, A. O., Thesen, T., Wang, C.,
et al. (2009). The human K-complex represents an isolated cortical down-state.
Science 324, 1084–1087. doi: 10.1126/science.1169626
Cervero, F. (1983). Somatic and visceral inputs to the thoracic spinal cord of the
cat: effects of noxious stimulation of the biliary system. J. Physiol. 337, 51–67.
Cervero, F., Connell, L. A., and Lawson, S. N. (1984). Somatic and visceral primary
afferents in the lower thoracic dorsal root ganglia of the cat. J. Comp. Neurol.
228, 422–431. doi: 10.1002/cne.902280309
Chee, M. W., Tan, J. C., Zheng, H., Parimal, S., Weissman, D. H., Zagorodnov,
V., et al. (2008). Lapsing during sleep deprivation is associated with distributed
changes in brain activation. J. Neurosci. 28, 5519–5528. doi: 10.1523/jneurosci.
0733-08.2008
Chernigovskiy, V. N. (1960). Interoceptors. Moscow: Medgiz. 650.
Chuah, L. Y., and Chee, M. W. (2008). Cholinergic augmentation modulates visual
task performance in sleep-deprived young adults. J. Neurosci. 28, 11369–11377.
doi: 10.1523/jneurosci.4045-08.2008
Cirelli, C., Shaw, P. J., Rechtschaffen, A., and Tononi, G. (1999). No evidence of
brain cell degeneration after long-term sleep deprivation in rats. Brain Res. 840,
184–193. doi: 10.1016/s0006-8993(99)01768-0
Cohen, D. A., Pascual-Leone, A., Press, D. Z., and Robertson, E. M. (2005). Off-
line learning of motor skill memory: a double dissociation of goal and move-
ment. Proc. Nat. Acad. Sci. U S A 102, 18237–18241. doi: 10.1073/pnas.05060
72102
Cohen, D. A., and Robertson, E. M. (2007). Motor sequence consolidation: con-
strained by critical time windows or competing components. Exp. Brain Res.
177, 440–446. doi: 10.1007/s00221-006-0701-6
Contreras, D., and Steriade, M. (1995). Cellular basis of EEG slow rhythms: a study
of dynamic cortico-thalamic relationships. J. Neurosci. 15, 604–622.
Criscimagna-Hemminger, S. E., and Shadmehr, R. (2008). Consolidation patterns
of human motor memory. J. Neurosci. 28, 9610–9618. doi: 10.1523/jneurosci.
3071-08.2008
Crunelli, V., and Hughes, S. W. (2010). The slow (<1 Hz) rhythm of non-REM
sleep: a dialogue between three cardinal oscillators. Nat. Neurosci. 13, 9–17.
doi: 10.1038/nn.2445
Debas, K., Carrier, J., Orban, P., Barakat, M., Lungu, O., Vandewalle, G., et al.
(2010). Brain plasticity related to the consolidation of motor sequence learning
and motor adaptation. Proc. Natl. Acad. Sci. U S A 107, 17839–17844. doi: 10.
1073/pnas.1013176107
Diekelmann, S., and Born, J. (2010). The memory function of sleep. Nat. Rev.
Neurosci. 11, 114–126. doi: 10.1038/nrn2762
Diekelmann, S., Biggel, S., Rasch, B., and Born, J. (2012). Offline consolidation of
memory varies with time in slow wave sleep and can be accelerated by cuing
memory reactivations. Neurobiol. Learn. Mem. 98, 103–111. doi: 10.1016/j.nlm.
2012.07.002
Diekelmann, S., Büchel, C., Born, J., and Rasch, B. (2011). Labile or stable: opposing
consequences for memory when reactivated during waking and sleep. Nat.
Neurosci. 14, 381–386. doi: 10.1038/nn.2744
Diekelmann, S., Wilhelm, I., Wagner, U., and Born, J. (2013). Sleep to implement
an intention. Sleep 36, 149–153. doi: 10.5665/sleep.2322
Dinges, D. F. (1995). An overview of sleepiness and accidents. J. Sleep Res. 4, 4–14.
doi: 10.1111/j.1365-2869.1995.tb00220.x
Dinges, D. F., Pack, F., Williams, K., Gillen, K. A., Powell, J. W., Ott, G. E., et al.
(1997). Cumulative sleepiness, mood disturbance and psychomotor vigilance
performance decrements during a week of sleep restricted to 4–5 hours per
night. Sleep 20, 267–277.
Doyon, J., Korman, M., Morin, A., Dostie, V., Hadj Tahar, A., Benali, H., et al.
(2009). Contribution of night and day sleep vs. simple passage of time to the
consolidation of motor sequence and visuomotor adaptation learning. Exp.
Brain Res. 195, 15–26. doi: 10.1007/s00221-009-1748-y
Drummond, S. P., Brown, G. G., Salamat, J. S., and Gillin, J. C. (2004). Increasing
task difficulty facilitates the cerebral compensatory response to total sleep
deprivation. Sleep 27, 445–451.
Drummond, S. P. A., Gillin, J. C., and Brown, G. G. (2001). Increased cerebral
response during divided attention task following sleep deprivation. J. Sleep Res.
10, 85–92. doi: 10.1046/j.1365-2869.2001.00245.x
Empson, J. A. C., and Clarke, P. (1970). Rapid eye movements and remembering.
Nature 227, 287–288. doi: 10.1038/227287a0
Everson, C. A., Bergmann, B. M., and Rechtschaffen, A. (1989). Sleep deprivation
in the rat. III. Total sleep deprivation. Sleep 12, 13–21.
Frontiers in Systems Neuroscience www.frontiersin.org May 2014 | Volume 8 | Article 75 | 10
Pigarev and Pigareva Partial sleep and brain efficiency
Ferrara, M., and De Gennaro, L. (2011). Going local: insights from EEG and stereo-
EEG studies of the human sleep-wake cycle. Curr. Top. Med. Chem. 11, 2423–
2437. doi: 10.2174/156802611797470268
Fowler, M., Sullivan, M., and Ekstrand, B. (1973). Sleep and memory. Science 179,
302–304. doi: 10.1126/science.179.4070.302
Gardner, E. D., Thomas, L. M., and Morin, F. (1955). Cortical projections of fast
visceral afferents in the cat and monkey. Am. J. Physiol. 183, 438–444.
Genzel, L., Dresler, M., Wehrle, R., Grözinger, M., and Steiger, A. (2009). Slow
wave sleep and REM sleep awakenings do not affect sleep dependent memory
consolidation. Sleep 32, 302–310.
Glass, B. D., Maddox, W. T., Bowen, C., Savarie, Z. R., Mattews, M. D.,
Markman, A. B., et al. (2011). The effects of 24-hour sleep deprivation on
the exploration-exploitation trade-off. Biol. Rhythm Res. 42, 99–110. doi: 10.
1080/09291011003726532
Halász, P., Pál, I., and Rajna, P. (1985). K-complex formation of the EEG in sleep. A
survey and new examinations. Acta Physiol. Hung. 65, 3–35.
Harrison, Y., and Horne, J. A. (2000). The impact of sleep deprivation on decision
making: a review. J. Exp. Psychol. Appl. 6, 236–249. doi: 10.1037/1076-898x.
6.3.236
Head, H. (1896). On disturbances of sensation with especial reference to the pain
of visceral disease. Brain 19, 211–276. doi: 10.1093/brain/19.2-3.153
Heald, S., Siebers, R. W., and Maling, T. J. (1989). K-complex vasoconstrictor
response: evidence for central vasomotor downregulation in borderline hyper-
tension. J. Hypertens. Suppl. 7, S28–S29. doi: 10.1097/00004872-198900076-
00011
Hobson, A. R., Chizh, B., Hicks, K., Aziz, Q., Worthen, S., Lawrence, P., et al.
(2010). Neurophysiological evaluation of convergent afferents innervating the
human esophagus and area of referred pain on the anterior chest wall. Am.
J. Physiol. Gastrointest. Liver Physiol. 298, G31–G36. doi: 10.1152/ajpgi.002
88.2009
Hornung, O. P., Regen, F., Danker-Hopfe, H., Schredl, M., and Heuser, I. (2007).
The relationship between REM sleep and memory consolidation in old age and
effects of cholinergic medication. Biol. Psychiatry 61, 750–757. doi: 10.1016/j.
biopsych.2006.08.034
Hornyak, M., Cejnar, M., Elam, M., Matousek, M., and Wallin, B. G. (1991).
Sympathetic muscle nerve activity during sleep in man. Brain 114, 1281–1295.
doi: 10.1093/brain/114.3.1281
Huber, R., Ghilardi, M. F., Massimini, M., Ferrarelli, F., Riedner, B. A., Peterson,
M. J., et al. (2006). Arm immobilization causes cortical plastic changes and
locally decreases sleep slow wave activity. Nat. Neurosci. 9, 1169–1176. doi: 10.
1038/nn1758
Hughes, H. C., and Mullikin, W. H. (1984). Brainstem afferents to the lateral genic-
ulate nucleus of the cat. Exp. Brain Res. 54, 253–258. doi: 10.1007/bf00236224
Johnson, L. C., and Karpan, W. E. (1968). Autonomic correlates of the sponta-
neous K-complex. Psychophysiology 4, 444–452. doi: 10.1111/j.1469-8986.1968.
tb02785.x
Kattler, H., Dijk, D. J., and Borbély, A. A. (1994). Effect of unilateral somatosensory
stimulation prior to sleep on the sleep EEG in humans. J. Sleep Res. 3, 159–164.
doi: 10.1111/j.1365-2869.1994.tb00123.x
Keisler, A., Ashe, J., and Willingham, D. T. (2007). Time of day accounts for
overnight improvement in sequence learning. Learn. Mem. 14, 669–672. doi: 10.
1101/lm.751807
Krueger, J. M., and Obál, F. (1993). A neuronal group theory of sleep function. J.
Sleep Res. 2, 63–69. doi: 10.1111/j.1365-2869.1993.tb00064.x
Krueger, J. M., Rector, D. M., Roy, S., Van Dongen, H. P., Belenky, G., and Panksepp,
J. (2008). Sleep as a fundamental property of neuronal assemblies. Nat. Rev.
Neurosci. 9, 910–919. doi: 10.1038/nrn2521
Kuo, D. C., Krauthamer, G. M., and Yamasaki, D. S. (1981). The organization of
visceral sensory neurons in thoracic dorsal root ganglia (DRG) of the cat studied
by horseradish peroxidase (HRP) reaction using the cryostat. Brain Res. 208,
187–191. doi: 10.1016/0006-8993(81)90630-2
Lo, J. C., Groeger, J. A., Santhi, N., Arbon, E. L., Lazar, A. S., Hasan, S., et al.
(2012). Effects of partial and acute total sleep deprivation on performance across
cognitive domains, individuals and circadian phase. PLoS One 7:e45987. doi: 10.
1371/journal.pone.0045987
Maddox, W. T., Glass, B. D., Wolosin, S. M., Savarie, Z. R., Bowen, C., Matthews,
M. D., et al. (2009). The effects of sleep deprivation on information-integration
categorization performance. Sleep 32, 1439–1448.
Mander, B. A., Santhanam, S., Saletin, J. M., and Walker, M. P. (2011). Wake
deterioration and sleep restoration of human learning. Curr. Biol. 21, R183–
R184. doi: 10.1016/j.cub.2011.01.019
Maquet, P. (2001). The role of sleep in learning and memory. Science 294, 1048–
1052. doi: 10.1126/science.1062856
McCoyand, G., and Strecker, R. E. (2011). The cognitive cost of sleep lost. Neuro-
biol. Learn. Mem. 96, 564–582. doi: 10.1016/j.nlm.2011.07.004
McDermott, C. M., LaHoste, G. J., Chen, C., Musto, A., Bazan, N. G., and Magee,
J. C. (2003). Sleep deprivation causes behavioral, synaptic and membrane
excitability alterations in hippocampal neurons. J. Neurosci. 23, 9687–9695.
Mitler, M. M., Carskadon, M. A., Czeisler, C. A., Dement, W. C., Dinges, D. F., and
Graeber, R. C. (1988). Catastrophes, sleep, and public policy: consensus report.
Sleep 11, 100–109.
Monstad, P., and Guilleminault, C. (1999). Cardiovascular changes associated with
spontaneous and evoked K-complexes. Neurosci. Lett. 263, 211–213. doi: 10.
1016/s0304-3940(99)00142-1
Mukhametov, L. M. (1984). Sleep in marine mammals. Exp. Brain Res. 8, 227–238.
doi: 10.1007/978-3-642-69554-4_17
Mukhametov, L. M., Supin, A. Y., and Polyakova, I. G. (1977). Interhemispheric
asymmetry of the electroencephalographic sleep patterns in dolphins. Brain Res.
134, 581–584. doi: 10.1016/0006-8993(77)90835-6
Nedergaard, M. (2013). Garbage truck of the brain. Science 340, 1529–1530. doi: 10.
1126/science.1240514
Niiyama, Y., Sato, N., Katsuzava, O., and Hishikawa, Y. (1996). Electrophysiological
evidence suggesting that sensory stimuli of unknown origin induced sponta-
neous K-complexes. Electroencephalogr. Clin. Neurophysiol. 98, 394–400. doi: 10.
1016/0013-4694(96)95103-2
Okada, H., Iwase, S., Mano, T., Sugiyama, Y., and Watanabe, T. (1991). Changes in
muscle sympathetic nerve activity during sleep in humans. Neurology 41, 1961–
1966. doi: 10.1212/wnl.41.12.1961
Oniani, T. N., Koridze, M. G., Kavkasidze, M. G., and Gvetadze, L. B. (1974). “The
dynamics in excitability of various brain structures during different phases of
wakefulness-sleep cycle,” in Neirofiziologia Emotsii I Tsikla Bodrstvovanie-Son,
ed T. N. Oniani (Tbilisi: Metsniereba), 120–159.
Pampiglione, G., and Ackner, B. (1958). The effects of repeated stimuli upon
EEG and vasomotor activity during sleep in man. Brain 81, 64–74. doi: 10.
1093/brain/81.1.64
Patton, H. D., and Amassian, V. E. (1952). Cortical projection zone of chorda
tympany nerve in cat. J. Neurophysiol. 15, 245–254.
Peles, S. H., Miranda, A., Shaker, R., and Sengupta, J. N. (2004). Acute noci-
ceptive somatic stimulus sensitizes neurones in the spinal cord to colonic
distension in the rat. J. Physiol. 560, 291–302. doi: 10.1113/jphysiol.2004.
069070
Perry, M. J., and Lawson, S. N. (1998). Differences in expression of oligosaccharides,
neuropeptides, carbonic anhydrase and neurofilament in rat primary afferent
neurons retrogradely labelled via skin, muscle or visceral nerves. Neuroscience
85, 293–310. doi: 10.1016/s0306-4522(97)00629-5
Pigarev, I. N., Almirall, H., Marimon, J., and Pigareva, M. L. (2004). Dynamic
pattern of the viscero-cortical projections during sleep. Study in New Zealand
rabbits. J. Sleep Res. 13(Suppl. 1), 574–575.
Pigarev, I. N. (1984). New visual area on the inferior bank of the cruciate sulcus of
the cat brain. Neirofiziologiia 16, 766–773.
Pigarev, I. N. (1994). Neurons of visual cortex respond to visceral stimula-
tion during slow wave sleep. Neuroscience 62, 1237–1243. doi: 10.1016/0306-
4522(94)90355-7
Pigarev, I. N. (1997). Partial sleep in cortical areas. WFSRS Newsletters 5, 7–8.
Pigarev, I. N. (2014). The visceral theory of sleep. Neurosci. Behav. Physiol. 44, 421–
434. doi: 10.1007/s11055-014-9928-z
Pigarev, I. N., Almirall, H., and Pigareva, M. L. (2008). Cortical evoked responses
to magnetic stimulation of macaque’s abdominal wall in sleep-wake cycle. Acta
Neurobiol. Exp. (Wars) 68, 91–96.
Pigarev, I. N., Almirall, H., Pigareva, M. L., Bautista, V., Sánchez-Bahillo, A., Barcia,
C., et al. (2006). Visceral signals reach visual cortex during slow wave sleep: study
in monkeys. Acta Neurobiol. Exp. (Wars) 66, 69–73.
Pigarev, I. N., Bagaev, V. A., Busigina, I. I., and Bibikov, N. G. (2010). “The state of
sleep – period of the cortical control of the visceral functions,” in The Regulation
of Physiological Functions During Adaptation to Environmental Changes, (St.-
Petersburg: I.P. Pavlov Institute of Physiology), 228.
Frontiers in Systems Neuroscience www.frontiersin.org May 2014 | Volume 8 | Article 75 | 11
Pigarev and Pigareva Partial sleep and brain efficiency
Pigarev, I. N., Bagaev, V. A., Levichkina, E. V., Fedorov, G. O., and Busigina,
I. I. (2013). Cortical visual areas process intestinal information during the
periods slow-wave sleep. Neurogastroenterol. Motil. 25, 268–275, e169. doi: 10.
1111/nmo.12052
Pigarev, I. N., Fedorov, G. O., Levichkina, E. V., Marimon, J. M., Pigareva, M. L.,
and Almirall, H. (2011). Visually triggered K-complexes: a study in New Zealand
rabbits. Exp. Brain Res. 210, 131–142. doi: 10.1007/s00221-011-2606-2
Pigarev, I. N., and Feodorov, G. O. (2012). “Reflection of the heart beats in the
cortical electrical activity during sleep,” in Physiology of the Visceral Systems,
eds E. L. Poliakov and V. N. Shouvaeva (S.-Petersbourg: Pavlov Inst. Physiology
Press), 182.
Pigarev, I. N., Nothdurft, H.-Ch., Rodionova, E. I., and Kastner, S. (1996). Asyn-
chronous sleep development in cortical areas. J. Sleep Res. 5(Suppl. 1), 176.
Pigarev, I. N., Nothdurft, H.-Ch., and Kastner, S. (1997). Evidence for asyn-
chronous development of sleep in cortical areas. Neuroreport 8, 2557–2560.
doi: 10.1097/00001756-199707280-00027
Pigarev, I. N., and Pigareva, M. L. (2013). Sleep, emotions and visceral control.
Hum. Physiol. 39, 590–601. doi: 10.1134/s036211971306008x
Pigarev, I. N., and Pigareva, M. L. (2012). Sleep and control of visceral
functions. Neurosci. Behav. Physiol. 42, 948–956. doi: 10.1007/s11055-012-
9661-4
Plihal, W., and Born, J. (1997). Effects of early and late nocturnal sleep on
declarative and procedural memory. J. Cogn. Neurosci. 9, 534–547. doi: 10.
1162/jocn.1997.9.4.534
Ratcliff, R., and Van Dongen, H. P. A. (2009). Sleep deprivation affects multiple
distinct cognitive processes. Psychon. Bull. Rev. 16, 742–751. doi: 10.3758/pbr.
16.4.742
Rechtshaffen, A., and Bergmann, B. M. (2002). Sleep deprivation in the rat: an
update of the 1989 paper. Sleep 25, 18–24.
Rector, D. M., Topchiy, I. A., Carter, K. M., and Rojas, M. J. (2005). Local functional
state differences between rat cortical columns. Brain Res. 1047, 45–55. doi: 10.
1016/j.brainres.2005.04.002
Reis, J., Fischer, J. T., Prichard, G., Weiller, C., Cohen, L. G., and Fritsch, B. (2013).
Time–but not sleep-dependent consolidation of tDCS-enhanced visuomotor
skills. Cereb. Cortex doi: 10.4324/9780080473321. [Epub ahead of print].
Rigas, P., and Castro-Alamancos, M. A. (2007). Thalamo-cortical Up states: dif-
ferent effects of intrinsic and extrinsic cortical inputs on persistent activity. J.
Neurosci. 27, 4261–4272. doi: 10.1523/jneurosci.0003-07.2007
Robertson, E. M., Pascual-Leone, A., and Press, D. Z. (2004). Awareness modifies
the skill-learning benefits of sleep. Curr. Biol. 14, 208–212. doi: 10.1016/s0960-
9822(04)00039-9
Sanchez-Vives, M. V., and McCormick, D. A. (2000). Cellular and network mecha-
nisms of rhythmic recurrent activity in neocortex. Nat. Neurosci. 3, 1027–1034.
doi: 10.1038/79848
Saxvig, I. W., Lundervold, A. J., Gronli, J., Ursin, R., Bjorvatn, B., and Portas, C. M.
(2008). The effect of a REM sleep deprivation procedure on different aspects
of memory function in humans. Psychophysiology 45, 309–317. doi: 10.1111/j.
1469-8986.2007.00623.x
Shadmehr, R., and Brashers-Krug, T. (1997). Functional stages in the formation of
human long-term motor memory. J. Neurosci. 17, 409–419.
Siengsukon, C. F., and Boyd, L. A. (2008). Sleep enhances implicit motor skill
learning in individuals poststroke. Top. Stroke Rehabil. 15, 1–12. doi: 10.1310/tsr
1501-1
Smith, C. (2001). Sleep states and memory processes in humans: procedural versus
declarative memory systems. Sleep Med. Rev. 5, 491–506. doi: 10.1053/smrv.
2001.0164
Song, S., Howard, J. H., and Howard, D. V. (2007). Sleep does not benefit
probabilistic motor sequence learning. J. Neurosci. 27, 12475–12483. doi: 10.
1523/jneurosci.2062-07.2007
Steriade, M., Timofeev, I., and Grenier, F. (2001). Natural waking and sleep states:
a view from inside neocortical neurons. J. Neurophysiol. 85, 1969–1985.
Stickgold, R. (2005). Sleep-dependent memory consolidation. Nature 437, 1272–
1278. doi: 10.1038/nature04286
Tank, J., Diedrich, A., Hale, N., Niaz, F. E., Furlan, R., Robertson, R. M., et al.
(2003). Relationship between blood pressure, sleep K-complexes and muscle
sympathetic nerve activity in humans. Am. J. Physiol. Regul. Integr. Comp.
Physiol. 285, R208–R214.
Timofeev, I., Grenier, F., and Bazhenov, M. (2000). Origin of slow cortical oscil-
lations in deafferented cortical slabs. Cereb. Cortex 10, 1185–1199. doi: 10.
1093/cercor/10.12.1185
Tononi, G., and Cirelli, C. (2003). Sleep and synaptic homeostasis: a hypothesis.
Brain Res. Bull. 62, 143–150. doi: 10.1016/j.brainresbull.2003.09.004
Tononi, G., and Cirelli, C. (2006). Sleep function and synaptic homeostasis. Sleep
Med. Rev. 10, 49–62. doi: 10.1016/j.smrv.2005.05.002
Voderholzer, U., Piosczyk, H., Holz, J., Landmann, N., Feige, B., Loessl, B., et al.
(2011). Sleep restriction over several days does not affect long-term recall of
declarative and procedural memories in adolescents. Sleep Med. 12, 170–178.
doi: 10.1016/j.sleep.2010.07.017
Vyazovskiy, V. V., Olcese, U., Hanlon, E. C., Nir, Y., Cirelli, C., and Tononi, G.
(2011). Local sleep in awake rats. Nature 472, 443–447. doi: 10.1038/nature
10009
Walker, M. P. (2008). Cognitive consequences of sleep and sleep loss. Sleep Med. 9,
S29–S34. doi: 10.1016/s1389-9457(08)70014-5
Walker, M. P. (2009). The role of sleep in cognition and emotion. Ann. N Y Acad.
Sci. 1156, 168–197. doi: 10.1111/j.1749-6632.2009.04416.x
Walker, M. P., and Stickgold, R. (2006). Sleep, memory, and plasticity. Annu. Rev.
Psychol. 57, 139–166. doi: 10.1146/annurev.psych.56.091103.070307
Werth, E., Achermann, P., and Borbely, A. A. (1996). Brain topography of the
human sleep EEG: antero-posterior shifts of spectral power. Neuroreport 8, 123–
127. doi: 10.1097/00001756-199612200-00025
Werth, E., Achermann, P., and Borbely, A. A. (1997). Fronto-occipital EEG power
gradients on human sleep. J. Sleep Res. 6, 102–112. doi: 10.1046/j.1365-2869.
1997.d01-36.x
Williamson, A. M., Feyer, A., Mattick, R. P., Friswell, R., and Finlay-Brown, S.
(2001). Developing measures of fatigue using an alcohol comparison to validate
the effects of fatigue on performance. Accid. Anal. Prev. 33, 313–326. doi: 10.
1016/s0001-4575(00)00045-2
Xie, L., Kang, H., Xu, Q., Chen, M. J., Liao, Y., Thiyagarajan, M., et al. (2013). Sleep
drives metabolite clearance from the adult brain. Science 342, 373–377. doi: 10.
1126/science.1241224
Yoo, S. S., Hu, P. T., Gujar, N., Jolesz, F. A., and Walker, M. P. (2007). A deficit in the
ability to form new human memories without sleep. Nat. Neurosci. 10, 385–392.
doi: 10.1038/nn1851
Conflict of Interest Statement: The authors declare that the research was con-
ducted in the absence of any commercial or financial relationships that could be
construed as a potential conflict of interest.
Received : 23 January 2014; accepted: 14 April 2014; published online: 01 May 2014.
Citation: Pigarev IN and Pigareva ML (2014) Partial sleep in the context of augmen-
tation of brain function. Front. Syst. Neurosci. 8:75. doi: 10.3389/fnsys.2014.00075
This article was submitted to the journal Frontiers in Systems Neuroscience.
Copyright © 2014 Pigarev and Pigareva. This is an open-access article distributed
under the terms of the Creative Commons Attribution License (CC BY). The use, dis-
tribution or reproduction in other forums is permitted, provided the original author(s)
or licensor are credited and that the original publication in this journal is cited, in
accordance with accepted academic practice. No use, distribution or reproduction is
permitted which does not comply with these terms.
Frontiers in Systems Neuroscience www.frontiersin.org May 2014 | Volume 8 | Article 75 | 12
